The syndrome of ocular apraxia, simultagnosia, and optic ataxia originally described by Balint in 1909 is classically associated with bilateral parieto-occipital lesions, but can occur with other combinations of bihemispheric lesions.
bright (figure, A) and apparent diffusion coefficient (ADC) dark lesion in his left posterior temporal area, evidence of plaque in the distal right common carotid artery, moderate narrowing of the proximal internal carotid artery, and a severe stenosis at the origin of the right vertebral artery (figure, B). He was treated with aspirin; blood pressure was controlled with labetalol. Six hours later, his systolic BP increased from 140 to 170 mm Hg over the course of a few minutes, and he had severe substernal crushing pain radiating to his left arm, for which he received a dose of nitroglycerin 0.4 mg sublingually. The BP acutely decreased to 90/62 mm Hg. Reexamination at this time revealed simultagnosia, optic ataxia, optic apraxia, flattening of the right nasolabial fold, and extinction to double simultaneous stimuli on his right side. Repeat brain MR imaging revealed a stable left posterior temporal infarct, and new small areas of restricted diffusion in both occipital lobes and left thalamus; there was a subtle increase in mean transit time suggesting perfusion-diffusion mismatch (figure, C). Concerns for possible basilar thrombosis led to CT angiography, which revealed posterior cerebral artery stenosis (figure, D). The patient's systolic BP returned to approximately 150 mm Hg over 2 hours, and visual symptoms resolved. He received IV heparin, and days later successfully underwent left vertebral angioplasty and stenting.
DISCUSSION Transient neurologic deficits can occur in patients with cerebral ischemia and hypertension as BP is acutely decreased. For example, the literature includes a report of a patient with pre-eclamptic posterior reversible encephalopathy syndrome who developed amaurosis after nitroglycerin-induced BP decrease. 4 There is also a description of a patient who underwent renal angioplasty and presented with reversible Balint syndrome with evidence of contrast penetration in both parieto-occipital cortices, suggesting that disruption of the blood-brain barrier may lead to transient neurologic syndromes. 5 Our patient developed a reversible Balint syndrome after acute hypotension following nitroglycerin administration. Although the inability to perceive several items of a visual scene at a time (simultagnosia), shift gaze voluntarily to objects of interest despite unrestricted eye movements (ocular apraxia), and reach objects under visual guidance despite normal limb strength (optic ataxia) is usually said to occur as a manifestation of biparietal syndromes, it may be seen in other combinations of lesions, such as involvement of the left lateral geniculate body or optic radiation and the right parietal lobe, or even with bifrontal or pulvinar damage. 1, 6 Nitroglycerin, a vasodilator, decreases mean arterial pressure (MAP), and may alter global cerebral blood flow (CBF), reducing cerebral perfusion pressure (CPP). 7 In the setting of chronically underperfused parenchyma-as in this patient with preexisting vertebral artery stenosisdysfunctional cerebrovascular autoregulation would explain why focal CBF could not be adequately maintained during the iatrogenic drop in MAP. The co-occurrence of cardiac and cerebral atherosclerosis has been well-documented. 8, 9 Our patient was treated successfully with vertebral artery stenting. Although there are currently no data that vertebral artery stenting provides better long-term outcomes than medical therapy (anticoagulation or antiplatelet agents), it is a technically feasible procedure that offers an alternative to more technically challenging vertebral artery endarterectomies. 10, 11 This case highlights the possibility of coexistent intracranial stenoses and cerebral dysautoregulation in patients with coronary disease and the need for caution when administering nitroglycerin to such patients. 
